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1974; Fujiwara et al, 1976; Zurcher et al., 1977, Itoh et al, 1978, Parker
and Richter, 1982).

Epizootics of disease involving SV virus infection in mice and rats which
exceed the above general patterns in clinical severity should arouse suspicion
of complication by other agent(s), particularly concurrent M pulmoms and/
or CAR bacillus infection (Lmdsey et al , 1985a, Schoeb et al., 1985)

Pathology

Strains of mice vary markedly in susceptibility to SV The more
susceptible stocks include 129/ReJ, 129/J, S-nu/nu (Swiss nude), DBA/1J,
and DBA/2J. Stocks of intermediate susceptibility are A/HeJ, A/J, SWR/J,
C57BL/10Sn and BALB/c The most resistant stocks include SJL/J, RF/J,
C57BL/6J and S. Strain 129/J is 25,000 times as susceptible to lethal
infection as SJL/J (Parker et al., 1978) The mode of inheritance and
mechanisms of host resistance are poorly understood (Brownstem, 1983,
1986, 1987a,b, Brownstem and Wmkler, 1986, 1987)

SV infections have been studied most in mice of the resistant stocks In
resistant stocks of mice and in rats, pathogenesis is approximately as follows
After intranasal infection, descending infection follows with virus replication
occurring m respiratory epithelium of the nasal passages, trachea, bronchi,
bronchioles, and in type I and II pneumocytes and macrophages of the
alveoli. Virus liter peaks in tracheobronchial epithelium at 5 to 6 days, then
decreases to undetectable levels throughout the respiratory tract around day
14 post infection. Serum antibody appears at 6 to 8 days and remains
detectable for approximately 1 year depending on sensitivity of the test
used. Secretory antibody may appear as early as day 3, but is usually
difficult to demonstrate before days 6 to 10 post infection (Sawicki, 1962;
Parker and Reynolds, 1968; Robinson et al., 1968, van der Veen et al.,
1970, Appell et al., 1971; Blandford and Heath, 1972, Charlton and Blandford,
1977, Parker et al., 1978, Brownstem et al, 1981; Castleman, 1983, 1984,
Castleman et al., 1987, Garlmghouse et al, 1987 )

Morphogenesis of lesions m SV infection of mice and rats proceeds by
the following general pattern Following intranasal infection, there is
descending infection with transient hypertrophy, necrosis, and repair of airway
epithelium occurring in rapid succession Necrosis of respiratory epithelium
is mild and focal in nasal passages beginning at 2-3 days, becomes
progressively more severe distally with peak severity in the distal trachea
and major bronchi around day 5 Regeneration of airway epithelium becomes
evident by day 9, with epithelial hyperplasia, squamous metaplasia, and
occasional syncytial giant cell formation Focal interstitial pneumonia occurs
with alveolar septal thickening by edema, mononuclear cell infiltration,
alveolar epithelial hypertrophy and hyperplasia, and atelectasis. Resolution
is in progress well before 21 days, although residual inflammatory lesions